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Screenings of amyloid beta production inhibitor via suppression of intracellular
amyloid precursor protein trafficking.

Urano, Yasuomi
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A major pathological hallmark of Alzheimer’ s disease is the accumulation of
Amyloid B (AB ) in senile plaques. AB is generated from Amyloid precursor protein (APP) by cleavage
with secretases. In this study, | found that the treatment with 24S-hydroxycholesterol, which is the
brain-specific oxysterol, inhibited AR production by suppression of intracellular transport of APP from
the endoplasmic reticulum to the Golgi.
I also conducted in vitro screening of curcumin derivatives. | identified compound which inhibited AB
production without affecting secretase activities via suppression of intracellular APP trafficking.
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